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The mechanism of Trps1 induced epithelial-mesenchymal transition
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Abstract: The epithelial-mesenchymal transition (EMT) is a highly conserved cellular process in which epithelial
cells are converted into mesenchymal cells in specific conditions and this process is regulated by various signal
molecules. Recent researches indicate that Trpsl, a GATA-like transcription factor, plays a key role in maintaining
epithelial phenotype and inhibiting EMT through regulating expression of multiple EMT-related genes, such as
FOXAI1, ZEB2, Pax2, Wtl and Arkadia. In addition, Trpsl is also regulated by miRNAs in the process of EMT.

This paper reviews the research progress about relationship between Trspl and EMT.
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IFi) [8] 78 57 40 I 5% 7 A IR . EMT 3 15 52 31 £ Fif
&5 T, EATEBOE B EMT AH %
R RIE M EMT (RAESHERE. iErES
HEMT Wi#EEA R, BEEAExE T
Trps1 (9 1 I 3 K 52 3 & B ¢ Yo Trpsl & i
TRPSI F: A 15 5 & AL — Flt GATA K 1) 8 K1,
FEAAAE TR . EAKATZI R, S, PR &L,
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4 2 MR R S 31 NI GATA I =i 4% 7
i, TERESOKOE BT R R . P2 EE)
BT, U35 FOXAl, SNAIL, SLUG., TWIST
DA K. ZEB1/2 %5, % EMT HA3 5 2 # 5 f 5,
117 Trps1 G838 ok 1 715 3 28 K] 7 (1) 3 3k 7K ~F 171 52 1
EMT 32,

FOXAL1 s& — Ff EMT #7008 i 4% 8 7, 7F
FOXAI 3 K % e 4 A7 23 B3 3.0 kb /£ A A
GATA JiufF, Trpsl 7] 52 4541 B #:80% FOXAL
(k. fIKRIE Trpsl L T Il FOXAL &K
S AR 3 EMT 4B, T 0I5 % 5 % ik FOXAT
A LA Trps1 SR BT 3850 EMT!,

ZEB2 /5% Trpsl s % i —Fh B EMT i
TR, fE ZEB2 B E 3T N GATA Joff
fEAE, SR, Trpsl S5k ofh4s & G Hi s — %
SEANHIA T HEF . MK TRPST JERFRiL )G, 40
W ZEB2 mRNA HJFJZ W% . H ChIP £ ARG
WA & I, Trpsl 78 ZEB2 J& 8l T GATA o i
DX Iy R4 U, X IR, Trpsl fgilid i ZEB2
I Zeak 4 EMT K.

B A e R e Ak s R, B R B 4 b
Ak (MET) fEMIG B & B I FE R s e, —
RY125 MET 2R TE A G, e
Wtl (Wilms tumor suppressor gene) Al Pax2 (paired
box gene 2)!", WFFLAI, E EMT seia i, %
IKVTER IR RG & B K wel F1 Pax2 X345 1%
B RE, HSHEMT B 548", R
Pax2 Al Wl 552 2 5 EMT % 10 S R K. 7
TRPSI F:PH B A5 AR m b R B A AL i, Pax2 AT Wt
BRI o XKW Trps] GEHLL ] Pax2
Witl [k it sz EMT i fg 1

BT, Trpsl 15N FEREIE IS F 4E4L,
X R KA Trpsl %} TGF-B/Smad2,3 1 5 i
& R D) Re 5 I M O% . TGF-p/Smad2,3 & REE S
R Ak A= EMT [ fe B (15 5@ ik 2 —, M
Smad7 &5 5l i AR RIS R 1. LR,
Smad7 (7Kt — 02 iz FABEMR IR . BN
— M E3 2 4G, Arkadia fE{2 i Smad7 [,
MM 75 46 TGF-B/Smad {5 518 %% . 75 Trpsl %
F ik B2 /N §L (haploinsufficiency, HT) #i #% ) £ {]
%y PR BHL € (UUO) B I 4T 44k S 56 3h W 4 7l o
Trps1 HA5 RS BE(E 5 2121 Arkadia KI5 E M
. FE Trps1™ 40 B b T BR Arkadia (1) 235 ) 4>
0| TGF-B i5 510 EMT, X645 LR, Trpsl fig

1441 Arkadia 3¢ 3%, T Trps] B f% 44 Bl 2 4 n bk
Smad7 FIREME, MM R H X TGF-B/Smad2,3 155
B AN, S EMT R S A 4E i
A P,

2 miRNABE T EETrps1 M2 AgEMT

Sk R 22 O E AT T, miRNA X 52 R 1
02 EMT W f2 (1 B 2 5 FHLl 2 —. kA,
miR221/222 J2& 5 L i J 40 ff & & EMT %5 Y1 AH G 1)
miRNA 7>, BEH ] b 57 41 g 38 24 AH OC R i) 3%
1K, RN g 7] 5T 2 i 3 AL AR G BE DR () 2k, AT
e 20 P 4 45 1) BT A0 P R 0 0 B S R AR 28 5 5
® B 71. Stinson %5 PV B 5T K B, E 2 Fh R b
Ras (5 5% 3 RGMEOE, M2 %05 5@ % LEm
FOSLI1 (FOS-like antigen 1) 1F 4% miR221/222 F£ X[
iR 1o B miR221/222 5 N b R RY 3, i g
MCF10A 4 5, @ 40 i A 42 EMT AH ¢ kPR 1)
RKiEREM L, RN, MREES RS K AR
JiPE . B I HLE] 2 BT KB, Trpsl &%
miR221/222 i V£ 4% 1Y B 8 T i 58 &5, 1E Trpsl
mRNA 1) 3'- JEEI1E X N & A Ae bk miR221/222 175
HEEWE T 5. A siRNA $ARAE Trps] Fik i
RIS R A AR & 5> ¥ E-cadherin 55 T, {H[H
AR ThR & Vimentin ik 0] FiR. BT FIRET
REGR, A FAHRY, EAREAF, Ras (3
5L S0 B 196 4008 i 9 FOSL 380k 1M % 4L
miR221/222 B[R ¥ 5%, k5 3 miR221/222 41 /g
KT F IR A Trpsl RIAKFE, XK
bR J5 &5 ZEB2 B4, B ICAR 2 EMT & A2 F
SR AN R 22 R ae 1y U,

Fx FOSLI1 4, Slug #& 75 — 4~ 8¢ _F I miR221/
222 FIKFEFIN T, E miR221/222 FEKH 5 5 1
W& A Slug MR & o, B Slug G i it
miR221/222 {415 T Trps1 ik, A€ e
KA EMT. Y25 & Ny, Slug & —FhE 2
() ST A e B s RS R E I 25 P E FHBE . AEFLAR
Jet A0 e U BR Slug AT R B AIE miR-221 A1 Vimentin
JKF, FF42 5 E-cadherin F1 Trps1 () %15 K-F,
PN EMT KA. 1 Slug A< & X 52 %] IMP3 (i
FFEAEK AT 1T mRNA 2568 H AR ) I
IMP3 it 5 Slug mRNA 45 & I B 38 i Slug (1) 3%
KKV 7R FL R A i s Rk IMP3, 1] 4 Slug
4 1 B EMT AH AR &0y 7RIS, IR Lt
EMT &4, Tiiek IMP3 B4 A s b h g 220,
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W98 KK B, miR-373 7£ 2 P i vh n] DL i
EMT, [ 41 i 56 75 5 iE B AR 28 ™. fE 8 3,
miR-373 Gefg i #E ] Trps1 ¥ 3'- EHH 1R X1~
Trpsl IRk . TEHEA A AMEPERE NAE 3'- JERHIE
X N AN E miR-373 2544 A5 1) Trps1 ZEF B, miR-
373 frifs SR 22 R 2 2] 1, IX 427K miR-
373 N Trpsl ik /& miR-373 AE 5 1% 5 i fd & 4E
2R M EEZ THLHZ —.

3 TrpsliBEFHIFEMTENNERE % B FEHKLN
#ig

EMT MU Z E5RG KBS EER, &)z
S 5B E . A HAENS B A4S HE TR,
JELLFE. YA Ah, EMT 2 b B 3% 14 i 4 it &
E S NI AV TR TESTIPS 27 S i S 4
TR, Trpsl Rik 7 & 5 2 B 1) &K 4K Jé
B

B IR IG K B BIAZ IR 2 J5 5 1 ) 78 Jo3 40 i v
) 73 A B AR AT ) /N ER b R Al N
b R an e e S R AN A . A U ARIE, Trpsl 78R
Ji6 )5 5 1] 70 o 4 B 1 " N B AR A R R A S S
WIEERH . B2 TRAER/NR, Trpsl @il rH 4
W=l NN = o N (SN Sl = T i) U e A e
b g st bR S Pax2 Al Wtl ik B VA,
FROEVER RN S /N B b, B R R
BRI TS, FIABEIE R, Trspl ] geidid #if] EMT
{EEE MET M5 B B3 R 5 546

EE AR E RS REF, Trpsl X 4EREE /)
BB A MR, A e [R5 A0 P A AL R ) T
HEMEH. EES/NERmR, BAWREANE
EER RS NG B, Al g R
A ARG B 8] 78 0T 20 B ke, X — I AR AR
R EMT JfE. 4R RmE. BERR
R FHAIE, Al e i Ao NE B
A Y, wE bk BT R K R S B A A A
(XUE B ) B 7 NS IS i #E . S
1o e o R BRI 43 M s, X BEOKBR Trps1 32 BEAE 7
s NE BRI, ST SS 1 d B4R
Trpsl KA W ZE TFE, 3 d XIS RIE ; BEEZHM
BRI IKE, H Trpsl FREKFWHIKE,
7. 14 REF, REEHEEE LA, 521K
B SXT 4K O LR EEZR. MR, &
JE 518 2 i FE v Trps] FRIE/K V5 & #1457 9 8
bz Al 2 AVEA G, FER — Wi A8 B 24, Trpsl

ERIE AL EHLME R N RIF, X LR B
Trps1 76 & JIF #5345 46 = A0 F AR A b e ) 7 B 3
WEER

Gai 25 P X HT /) B 5000 41 R 27 BH 28 (UUO)
B JE £ 4 A6 S B0 B AL Zh 0 I 23 A R B, Trpsl Xf B
b B IIHIER . B R LT 4L S E S
P BEAT PR R FR ) EE LR, T ) 5 AR LR T 4 4T
Mo (MFB) 1 £ /2 H 8 B (0 3 B . K AR
X8 MFB HH AR K — #8702 BB /NE b B 20 i i
EMT # Ak, A at, 785 8] 4 4E 4 1)
SRR g, 5 R FUETIE MFB £ 36% SRR T 5/
B Rk, 29 15% KIETE BE T4,
A2 0 SRR T 53 B B 4T 4 4 P g 1 A BV Bl
PRI R, JORE BUM AL A 1 /INVE b B I S IR
W, B/NE EEMMAEE R B MM E ST
E-cadherin. o-Catenin 25 [¥] [@] B, 8 345 8] J5i 40 g
IR E ST Vimentin, a-SMA 25, $ERB/NE 7
Uk AR T EMT ¥4k X et 4h 40 s 5 MFB
HIRFIE, BERES AT WRIEE A, HAERER
A AE A 5 4~5 15, AT 40 L /B T (ECM)
TENE I BE TR, A2 ST ML AT 1 7 R B B AL BL A
SEE/NERAEL NG (AT 4F4EAL, AT LT
ditk, 'BIhgEk. fEXT UUO B WE 45 4 b 5256 5)
YIRET BT Ja B, Trps1 BA £ 44 Gk ok I 22 1 i 30k
UUO S#M'E 44k, 5B AER/NR UUO ‘Bt
th, HT R'EE T MRIES EHEN 2, LR85 E
/NER UUO B MR 2 455 B XK Trps1 H A7 4111
EMT ) Dje, Trpsl FiA Gk K vl {2 2 EMT iy
SEE AR LA

7 5 EMT % V) A1 2¢ (1) I8 18 £F 48 16 220,
Trps1 A IESLREE LI 17 EMT 2 5 JHiE 4 4k 4k
BEFE . Zhe %5 P Xt AEW & LUHIE B4 (NABS) 3%
HIFFHZ 0t R B, FERRTE b 7 40+ Trpsl A1 1
IS Vi 0 s o Pl O P11 O 9ot e
ST, RETE B A R R UUAR o 043 B8 1 P E G
4 i (HIBEC) 1 AT A5 2AH A 2518 . A
2H ¥4 OR A7 BT B2 45 (CPRI) 5 5 HIBECs K A4
EMT, #RJG A0 Trps1 75 40 i N R0k & 1) 28 X 1%
4l s EMT 3E 52 1 52 . 25 5 & B, HIBEC
Trpsl ik 5 CPRI 55 1) EMT i A2 A K .

EMT 5 |- ;{7 A8 ¢ i 8 1 2% 4 72 B 25 VA %,
BRI R 41 i 545 B B AR 2R RN B R e
%Al Chen 26 ™l B RE Ak AR T
152 4 TI/IIT S FL M S bR AR ) Trps1 Rk K
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TR R, AR, Trpsl £ 90% LA _F ()
FLImA LR RIL, HSEFEAIEMI, Trpsl
KPR v R AR ARG, $RIR Trpsl B )1 Ak
I hfg. Susks P ik—bwf st KB, Trpsl REWLHI
1l 7L AR e A0 B EMT,  {HX Rl A AE ERa B 1
) 7L R A7 AR . 7R B X R R AL 2L R
Trpsl R IE 5 b R M 1) H E-cadherin., B-catenin
ZRIEIEA G, 5[ R R AR EWRIEHEA B
RIS, Huang 25 U 3F 52, 76 3L R o T
B Trps1 ik < B At 4 br 54 B-catenin FTjE
EEH, T LEREY) B-cadherin FI'E % E B
H Claudin-1 ) RIE7KF, I Hix b sz 2 9070 &
W, I FRIL Trps] W ERVER .

4 NEHRE
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HHAG SBE. 28T 4L LR R Ak e
S ENEB A R, Trpsl £ —F) 2R
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R A E YL AR 1R 2 e 72 S i A
Trpsl Al JEIEAFIRA2 0] EMT, h Rz ik 4
BANE PR (& 1) 2T Trpsl fE4E+F L 40
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